Effect of aminoguanidine on post-ischemic damage in rodent model of stroke.
A number of studies have shown that aminoguanidine (AG) has neuroprotective effect in chronic phase of cerebral ischemia. However, dose dependent effects of AG on acute phase of ischemic-reperfusion injuries, as well as neurological dysfunctions are not completely clear. Transient focal cerebral ischemia was induced in rats by 60 min middle cerebral artery occlusion (MCAO), followed by 23 h reperfusion. Saline as vehicle or AG at doses 75, 150, or 300 mg/kg ip was administered at the beginning of ischemia. Infarct volume and motor dysfunction were assessed 24 h after MCAO. Treatment with AG at dose 75, 150, or 300 mg/kg ip significantly reduces total infarct volumes by 44%, 56% and 36%, respectively. In addition, AG only at dose 150 significantly improves neurological dysfunction in comparison with saline group. Our findings show that AG decrease ischemic brain damage dose-dependently and improve neurological recovery in acute phase of transient focal cerebral ischemia. More studies are needed to find therapeutic window and mechanisms of neuroprotection of AG in early phase of cerebral ischemia.